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Background: Celiac disease is an immune-mediated enteropathy precipitated by exposure to dietary gluten in genetically predisposed individuals. Case description: A 45-year-old Caucasian woman presented with severe iron-defi cient anemia and mild elevation of liver enzymes. Upper endoscopy was done in the context of evaluation of anemia, which revealed reduced duodenal folds and mosaic pattern of the mucosa, but also grade II esophageal varices and portal hypertensive gastropathy. Duodenal biopsy showed total villous atrophy, diff use mainly lymphocytic infi ltrate, presence of intra-epithelial lymphocytes. Serology test confi rmed celiac disease by the typical pattern of high titer positive IgA and IgG antibodies to tissue transglutaminase. Liver biopsy was performed for staging and etiological evaluation, because laboratory screening ruled out common viral, metabolic and autoimmune liver disease. Liver morphology was consistent with chronic hepatitis without fi ndings for extensive fi brosis. Our patient had poor dietary compliance, so we failed to established improvement of liver enzymes and resolution of anemia during follow-up.
Conclusions:
We would like to stress on the diverse clinical manifestations of celiac disease and the importance of serologic screening with antibodies to tissue transglutaminase in diff erential diagnosis of chronic liver disease.
BACKGROUND
Gluten enteropathy (GE) or celiac disease is a chronic disorder that is caused by an infl ammatory T cell response to proteins in wheat, rye and barley (collectively called gluten). It is characterized by the presence of typical autoantibodies to human tissue transglutaminase (TTG) and histologic alterations of the small bowel mucosa. Currently, GE is known as a multi-organ infl ammatory disorder that can present at any age. 1 The prevalence in the European population is 0.5% to 1.0%. GE is frequently unrecognized because of the diversity of symptoms and disease presentations. A wide spectrum of liver injuries in children and adults were known as related to GE. 2 • Mild elevation of aminotransferase activity and non-specifi c histological changes ("reactive" hepatitis) reverting to normal after 6-12 months on a strict gluten-free diet; • Non-alcoholic fatty liver disease, related to malnutrition, mainly reversible steatosis; • Chronic active hepatitis of autoimmune mechanism with progressive outcome, as autoimmune hepatitis or biliary hepatitis, generally unaffected by gluten withdrawal.
• A severe acute liver failure potentially treatable by a gluten-free diet.
Although mild liver dysfunction frequently occurs in patients with GE, progressing liver disease to cirrhosis are rare. 3 
DISCUSSION
GE is a common chronic disease, often cited as an "iceberg" phenomenon, even discussed in differential diagnosis of almost every GIT disorder. Recently, atypical or asymptomatic manifestations are becoming more commonly described. 1 Liver involvement varies from nonspecifi c hepatitis, chronic active hepatitis, steatohepatitis to frank cirrhosis. [2] [3] [4] [5] [6] Liver function tests abnormalities have been reported in 17.5% to 40% of newly diagnosed GE patients. 7-8 A strict gluten-free diet leads to normalization of transaminases in the majority (approximately 80%) of studied adults with GE. In the persons with persistent hypertransaminasemia despite gluten exclusion, coexisting liver disease may be established. 4,8 A Swedish epidemiological study registered an eightfold increased risk of mortality of liver cirrhosis in patients with GE. 9 In our case, we found no obvious cause for advanced liver disease and the negative auto-antibodies made it impossible to fi rmly establish the diagnosis of autoimmune hepatitis. Magnetic resonance cholangiopancreatography is advisable for excluding primary biliary cholangitis but in our patient biliary tract disease was excluded based on abdominal ultrasound follow-up and lack of liver biopsy fi ndings for chronic cholestasis. The causal relationship with GE, if any, remains unproven. GE was established after a 7-year follow-up. Unfortunately, the patient had shown poor compliance to gluten-free diet. Literature reviews discuss GE as underlying cause of unexplained elevations of liver enzymes. 3, 10 Most patients lack overt gastrointestinal symptoms. Therefore, serologic screening of GE should be included in differential diagnosis of chronic liver disease of unknown origin.
